SINCE THE EARLY WORK of Evans (1972) , the presence of macrophages, sometimes in large numbers, in tumours has become increasingly well documented, but the significance of this phenomenon is still open to question (e.g. James et al., 1.977; Eccles, 1978; Woodruff, 1980) . As a further step towards finding the explanation, we have investigated the effect of systemic injection of Corynebacterium parvuan (CP) on the number and activity of macrophages in primary and transplanted murine fibrosarcomas by measuring in tumour-cell suspensions the proportion of Fc-receptor-bearing (FcR+) and phagocytic cells, and also their Fe-receptor avidity (EA50). The EA50 of macrophages in the peritoneal cavity and blood increases after i.p. injection of inflammatory stimuli such as CP (Moore & McBride, 1980; McBride & Moore, 1982) . The extent of the increase has, as far as has been studied, correlated with the strength of the inflammatory stimulus as measured by other indices of macrophage stimulation/ activation. The EA50 can therefore be used to measure functional changes in macrophage populations that may occur independently of changes in cell number.
Tumourswere The percentage of phagocytic cells was determined with latex particles and also with EA as described previously (Moore & McBride, 1980) . Both tests were performed in duplicate and agreed closely; the results were therefore pooled and averaged. The EA50 was measured on rapidly adherent macrophages (Moore & McBride, 1980 (Fig. 1) . This was expected since both measure mainly macrophages. In the primary tumours (Table) the proportion of macrophages and the EA50 differed considerably in different nogen used, and this point also has been discussed in Woodruff et at. (1982b) .
The results of tumour passage on the ---macrophages within 3 of these tumours are shown in Fig. 2 (Fig. 2) . The was no finding that the number of macrophages macro-within the tumours is not influenced by tumour. CP is in agreement with other workers eviously (Thomson et al., 1979; Gebhardt & Fisher, ing car-1979 ).
e theraThe failure to detect any increase in CP on EA5o of macrophages from primary tumdid not ours attributable to CP may be due to the r cells to marked variation between tumours. AlterJed peri-natively, or in addition, it seems likely a vitro, that repeated transplantation gives opporgenicity tunities for selection of tumour cells ponse to particularly well adapted for growth under )druff et set conditions of transplantation, the host tumour response playing a relevant part in the )f carci-establishment of this balance in favour of r-i 1-1 --l n r F the tumour. This may explain the drop in macrophage number in the early phases of transplantation, findings that are supported by Pross & Kerbel (1976) . By affecting the host response to passaged tumours, CP is more likely to have a therapetuic effect than in primary tumours, where this selection process has not operated. The rules determining host elements and their functions within primary tumours may be different from those for transplanted tumours. In more general terms, the data presented here should not be interpeted in isolation, but require to be taken into account in attempting to develop a unifying hypothesis to account for the presence of macrophages in tumours and for the capacity of macrophages under different conditions to stimulate or inhibit tumour growth.
